distension for 10 days, and altered sensorium for 1 day. O/E she had pallor, icterus, asterixis, hepatosplenomegaly and free fluid per abdomen. Possibility of acute on chronic liver failure (ACLF) vs acute liver failure (ALF) was kept. In view of signs of raised intracranial tension (ICT), she was started on intracranial pressure (ICP) lowering and anti-hepatic encephalopathy (HE) measures including 3% saline, lactulose and rifaximin. She was intubated at 18 hours of admission in view of poor Glasgow coma scale. In view of deranged coagulogram with gum bleed, fresh frozen plasma was transfused. She had a worsening respiratory failure with profuse bleed from the endotrachial tube. X-ray of the chest showed bilateral diffuse homogeneous opacities possibly due to pulmonary hemorrhage. She suffered cardiorespiratory arrest on day 3 of hospital stay. Cardiopulmonary resuscitation was done according to the protocol but she could not be revived.
• Units diagnosis ALFACLF • Hepatic encephalopathy, ascites, coagulopathy • Pulmonary hemorrhage
CasE dEsCription
In this 11-year-old developmentally normal, immunized for age girl with a history of self-limiting jaundice at 2 years of age now presented with non-cholestatic, progressive jaundice 2 months with thrombocytopenia, mixed hyperbilirubinemia, transaminitis 6-8× upper limit of normal, hypoalbuminemia, coagulopathy, shrunken liver with splenomegaly, low protein ascites (10 days) with spontaneous bacterial peritonitis and altered sensorium since 1 day. With this background the child falls into which syndromic diagnosis?
Following are the definitions of each syndromic diagnosis:
Acute Liver Failure
Jaundice with coagulopathy (INR >1.5) and any degree of encephalopathy within 26 weeks without preexisting liver disease (exceptions: Wilsons, AIH, BCS, vertically acquired CHB).
Acute-on-chronic Liver Failure
Iaundice (serum bilirubin >5 mg/dL) and coagulopathy (INR>1.5) complicated within 4 weeks by clinical ascites and/or encephalopathy with previously diagnosed or undiagnosed chronic liver disease/cirrhosis.
Subacute Hepatic Failure
Progressive or persistent jaundice with unequivocal ascites developing >4 weeks after onset of jaundice with evidence of ongoing necrosis; baseline liver normal.
The index case will fall in ACLF >> SAHF >> ALF (subacute type). Because of the typical presentation of jaundice followed by ascites and/or HE, with shrunken liver, splenomegaly, thrombocytopenia will favor more ACLF than others.
The etiology that favors ACLF is According to the Indian data of pediatric ALF, the commonest etiology is viral infections followed by metabolic liver diseases and drug induced liver injury.
In pediatric ACLF, Wilsons and AIH are the commonest chronic etiologies while acute viral hepatitis is the commonest precipitating event.
For SAHF limited data was available, commonest etiology is acute viral hepatitis (HEV and HAV) followed by autoimmune hepatitis and drug-induced liver injury (DILI).
Final Diagnosis
• ACLF (SAHF, subacute ALF) • Acute ProfDr RK Dhiman: Clinical presentation of this case is more like ACLF and meets current criteria for the same. Patient had some history of jaundice at 2 years and recovered, indicating some underlying liver disease from 2 years of age and now present with acute manifestation. The possibilities of Wilson and autoimmune are considered in this setting as discussed by Dr Arke. Whatever may be, at present this patient has to be managed as per ALF protocol.
ProfDr Usha Dutta: I also go with possibilities of Wilson and autoimmune hepatitis. If we have serum markers, it would have helped in sorting out the differential diagnosis.
ProfDr Virender Singh: The clinical picture is not matching the criteria for ACLF. Definitely we are dealing with some chronic liver disease.
ProfDr Sanjay: In ultrasound, it was mentioned as shrunken liver and on clinical examination, liver was palpable. There was some clinic radiological discorrelation. Is it really chronic?
Chairperson (Prof Rakesh Kochhar): Various opinion from the house. We will see what will be there in autopsy. May I request Dr Aravind to show autopsy findings.
Pathology Findings (PM)
A partial autopsy was performed. The prosecutors noted the peritoneal cavity was filled with a straw color fluid and yielded 250 mL of fluid. The pleural and peritoneal fluids were within normal limits. Liver: Weigh 365 g; capsule was wrinkled and relatively shrunken; firm in consistency; cut surface showed irregular pale to tan colored areas of variable size alternating with greenish yellow nodules of variable size. Few nodules are seen on the surface measuring 3.5 cm in maximum dimension. Biliary tract did not show structural abnormality. Portal vein did not show any thrombus Figures 1A and B .
Microscopic examinations revealed large areas of necrosis with preserved islands of hepatocytes in-between. Necrosis was pan lobular and nonzonal in distribution. Most of the portal tract 
